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Advances on the Correlation between Bone Marrow Adipocytes and

Leukemia Development
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Abstract BMAT (bone marrow adipose tissue) is a kind of adipose tissue that exists in the periph-
eral and distal bones of adults. The function of MAT was not fully clarified based on previous studies, most
of which believed that it only played a role as spatial occupation, and showed as hypohematopoiesis. With
the developing knowledge of bone marrow microenvironment, more and more studies found that adipocyte
worked as endocrine organs and was related to the outcome of many diseases. Based on the current studies,
abnormal metabolism of bone marrow adipocytes has been found in many types of leukemia (acute myeloid
leukemia, acute lyphoctic leukemia, as well as chronic leukemia), which was believed to contribute to its de-
velopment, and have a significance on its prognosis. Better understanding the role of BMAT in hematologic
disease, trying to figure out the interaction between bone marrow adipocytes and leukemic cells, and work on
regulating the metabolism of BMAT may be of great significance in leukemia management in the near future.
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Gk -

‘B 8 H5 W7 41 21 (bone marrow adipose tissue,
BMAT) s B B i 14 128 53 1) B 240 s 40, A8
BN 48 20 T0% 1) & BEA ], JF H 2B )
ARG it K HEACLK, BMAT— B # A8 & & 1
7 [A) G P A2, 0t I 248 B ) A= s e v A s i
I A 0T H T 8 RT A 95 95 AN [5) B B 1 22 A4 15 10 gk
TR FC . ISR ST R I, B 8 i o 4 i
(bone marrow adipocyte, BMA)%E5 74 1 If) Bt ) £ 48
ST V1B B AR I T g BT AL, HF H BMAT
WA A& —Fh PN Wb 4L 2R 1) m] DL B 42 B R) 2 52
Wa) . MR AN A S AR B, B I A — 2R i
M 1 T 1, BRORER 22 R RIE T 0 3 L
BMAWAH BAE AT 7 BRI . BMA
E 38 58 534 B AS [ [ B T8 76 g J K11 ok 23 A
REAFAE ORI 22 53 M, 9F HAS [ 2R AL () [ i s 41 A
XTBMA BE & AU A [F], St 58 20 i 51 i
(acute myeloid leukemia, AML) ¢ 5% 23 T JIf i R
44 & [ 4(fatty acid binding protein 4, FABP4)/ &
HIZH M FE B PRI, X BMAF (A I & A= (1w 1)
KA BIVGRA T 2456 AN R I B i 28 80000 BLIX
A, X s AR T A R T T SR AT
ARSI BMA S H L & A K B AR SS9 gk
JRAE—45k .

1 BMA5SRHIN2HAR 3 B 1R K&
WIRTRTR , AR ZEHY 1) 5 158 40 X5 BMA 334
PRI R -1 ) s MEPEANR], T] s AN RIS A ) 15 s 24
JL T2 AN R IR B B R, [RIAE A 25 B R e v
VARG, I HANF SR 1 5 A8 40 M w] 5 g 19 4
JRLFR) 73 BSCEAAN 53 WA D BEAFAE — E I A EL
1.1 BMAZH B M7 20 A8 5E A Va2 E
1.1.1 Jg%#%  JIgBcE (adiponectin, ADPN)&—Ff
FE 244N R A BT R 7. B HMATE
SR 530k, a8 3t 55 43 WA B o) BEL Lk 5 0 7 400 P
534K, Z 5 Mg A b 58 42 22 fi# (complete
remission, CR)HA [RIBMAT 73 ¥4 1) g B¢ 2= 384 i, i 24
NRIRZR K P oy, 0= AR B ER MUAED, JE 1 0] =
I 975 40 PR 3G 5 . FFE R B, HRBX 2 Al i i M
SR YE TR O BE DR ) 0k, 5 3 SR RE R A i B
L P 200 L P, A0 e A A A PR HE B T
7 1% 14 6 41 B (1 195 (chronic myelocytic leukemia,
CML), IREKER 5 5 & JeBkA 1 ., T g om HyT7

R, RUARIR 3R 58 LANGHK 3= 52 4A- 1(AdipoR 1)K 1) 77
A AEBCR-ABL1 % 20 R Tl 2% i, AN T 3 4% CMIL 4
RO 25 2500 . 1Ak, RR TG 2 78 5 ot 4 Atk
BB, RIS AL (cyclooxygenase, COX)HY 5if
AR ZR & B R, R S 225 40 ok T 4 i ) A
G, SR R ATARAIMS . 3X n] B A R T Sk
JREL4H i (1 1197 (acute lymphoblastic leukemia, ALL)
IR KR
112 FERA BMART LUBTSUIE AR, G
AEVIETEBE AR, DA R AP TG . AT B L R
& ¥ (sphingosine-1-phosphate, S1P)F111i B2 #f 28 ¥
[l (ceramide-1-phosphate, C1P), ‘& {171 /& & I T 41 Ay
(hematopoietic stem cells, HSCs)J B RGELL ), 7T e
FE L3 40 FT BMAT IE 7 A1 5 58 1o R e o 224
FHUOL, T JE AT 2 5 AMLAN I i T2 R, TR
HF e 22 1 fi T 9 FLT3-ITDA 1) 550 3 v 4k, b 7%
SRS SR B AT AMLA ML T, ATA
T B BIFLT3-1TDAE 5 41 il #sh 28 1k fic (%) 26 B Pl
T PR L5 200 e 245 4T
1.1.3 AAEFEAAR-2 B FALR-2[chemokine
(C-C motif) ligand-2, CCL-2]/& BMA 434 ffI#afk
F, FEEEPL/ERANE RN, 25 50%
S TR I, AE LT 8 B 8 S 52 F
K CCL-27K~F & Th i e Mg ik (1) CCL-27]
RE 2 PR AT 1 L 4 i P 42 22 66 00, AR R PR W]
5 1] MMP-2(matrix metalloproteinase-2). MMP-9
KixARM, HHRER, XHRGEDTTRE
VNP2000974 97 A LA AML/) B 6048 CCLAE A 1
B RIAEE I, S 2 M e gms S
G N2, G SRR S 2 LI 22 AR
1.2 BMA{R i B M 28R g 5E A a1z E
BMA{ i M5 I & A, 32 BEARILE 2 5500
B RGO S5 (1) T2 BSOS 5 L9 4 38 B 1) e B S
&7,
12,1 & R M TRIN16 kDaf 4 i
F, TEME I 40 B0 T 40 A o i A% e AR
Ho BRI, B RZAREAML, ALLFMICMLE &
(4 E L5 40 B v 20K, 7 B BE MR B T, BMAGY
WA )98 2 AR i AR B T DR, AR AR I OE
"W Do L PR G AN A i R v b A E A
FH, T L e R I8 20 B P AR R i, thah, 8
BRI I (R I A BOR AR B 1 I AR SR AE A N 1Y
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Y [
122 fEmFER BMATW] DUE IS B R F AR I
P A LR 32 1T 40 B 52 (AR . B A I ST R I,
BMA R] LUK IR 52 (Uit 25 1 107 R 3 20 i % 313 1f T4
HHp, B2 A A R A B AMLAN SR 2, AT
R AMLAH M ) A A7 A AER . AMLEES i/ 1E
BMA P )il = R i, 28 B A = A= 1) i 7 R (fatty
acid, FA) U3 i FABP4 A\ BM AR S35 B oA 455
MBMA &1 T AMLAH K U 3& 1 iAFABP47K -, 4%
INFANAI N, JE6 H s 2 Rk it T L, 7=
Ae 1 L 995 240 L A R B P S (P RE R R, FA
AR AMLAN A7 1) B RE g 12
123 éa@mienk-6 BRI, AMLRICMLE#
M5 H 4B/ 2 -6(interleukin-6, 1L-6)7K FH &,
FEBMAH, TL-6[1 3R IE 7K /2 [ 0 ks €l 17 41 i
(1) 3.6 45 14.065 ", H /Wb i) TL-638 L ¥07E STAT3 5
5o AR AMLAN L 2 R4 1 A AL B R 4L (oxidative
phosphorylation, OXPHOS)7K~F-, M 113 55 AMLZH g
(TR 2568 77, [R50 & I AMILAH Jf m) DA ) 35 i )
7o T4 i (bone mesenchymal stem cells, BMSCs)
Iy AT 2 IR TL-6, WoiE AMLAHHE 1) &2 STAT3 FlLk
FiAR STAT3, M fE#E4n oG hE . 1L-6/STAT3iH %
CUBEUE B BT 2 Pk 1 A e, [R] I A 7t 2 B
AMLH [ STAT3 7 8 UG 55w iUs A RA K, I
H2 57 AMLI 24553 720,
124 F3pEsEi-12 2P0 A
J9i (acute promyelocytic leukemia, APL)/& H A BE
L5 5 7 IR M — — R . L
PR 2 -12(Galectin-12, GAL-12) 2 5 tEE & 11
P FUMHEEER 2R AR, 7E IR D 40 i P A S 2Rk 2,
{H A AT 7E APLAH MY R S R 3Rk 2122, XUESE 21
HIRE TR I, /£ APLAIAE T, GAL-122 5 T 4 s
YEHRE SRR 40 . GAL-1200 Rk 1
4 e N YE R S R R MERL AN o> 1k, (HBHAS T &
A R VR P T T i, $R IR AR AN BE R
Iy A I oAt 7 T AT By GAL-128057 345 . X 5 GAL-
1201 I BRI G 2B M 3% 5 K7~ C/EBPa. C/EBPB.
PPARY/K-F-, i CREB 1A ERK [0 LA K i A6 ik
G G, T X S E 0 I R R 2 R4 APLA
FRSE A I O T iE K
1.3 BMAXIE8EIEFEMINEERIS N
T4H K ¥ (stem cell factor, SCF)s& —FHSC’E

ST, A {EdE e rEmge. MR, BMA
FILE/KF I SCF, AR E ¥ SCF i 44 1 i ¥/
AR, & I 107 40 B /e B 5 (2 ki ik &, T
JFE A B s 4 U 3 1 P4, O LS RE 16T )5 BMA
72 AR I SCRR BB A2 136 K B, 1M AR A2 451/ B (A-
ZIP/F /N3 P A 52 3 T ). thah, MAT-
TIUCCIS PR 5T R, N BMAZ Wb ()40 R
CXCL12(C-X-C chemokine ligand 12)%f 4E:FHSCsH
HEMEH, ANBMARILR; 77 0] LUK #4EFF HSCs, #2
IRBMATE4ERFHSCs RS it —E/EH . 1Ak, B
FERIAE B 5 OB AE . ALLIS AR R 2
K, RERES S AL BT A0 R TE B AR R, 1%t
FEMV N E 1 E B8 I T ge2l,
1.4 BAMFBEENIBMALE 5L a9 EEHLH

TE [ 0L 975 290 6 0 J 400 e ) AR ELAPE AR, BR T
1t J 240 P XsF 14 L9754 A 388 B 10 B B2 I o, 1 L
2111 [ A T DA E i 22 s AR s e T D 40 B P D e
W, 48 T4 5 AMLYH i 385 75 15, AMLAH g
75 3R UG 107 G ) B R A, i 3E T D7 4 B P IR
fif I 2, 4k M AMLIK & AE SR AL AE 7RIS, i
TE /N A0 20 7T b, WEHI-3 [ L5 48 i 9 e i
i #EROCKIIFI B-catenin® 1A $11 il A 7 40 Ao 1) 73 16
R,

FEAMLZI HH, F I 40 B 3 BRI 2 401
i DX 35 1 o7 40 P A4 << 6 IR 07 40 M —1E 8 R
BB 2 B, ROH 88 R 7 AR S i -4 R 2 TR
fIThae ks &, WF70 KB, AMLIE T % FIMSCs & 4
HIF 1o TGFBig 42 H 1 % AR 8 (1, v A IR 40
BE N IIBMAZE A7 B85, i 5 o 1 A o 440 o 2 0
TR, 3 8 P Y05 36 L4 6 R AEL 200 i 38 55 NS4
NI 5 B0 BE LT 2R R B 52 451128,

7E ALL S F B REMA 5, BMAXS ALLAN A F
ARG HER . ALL4HAE A LAFE BMA 75 5 A 4
JH9 PN 35 4 A (reactive oxygen species, ROS)FIBMA
() A LI R T X P A A N BB I 5 3 T AT
WA 720, TR ALLYE I 32 R4 3
(daunorubicin, DNR)f#] {2 E,

1E CMLE i+, BMARIE B X EH/EH . CML
YA A IR IR 75 5 BMA R, S8 )5 BMARE
I n-3 2 AN AR BT R (n-3 polyunsaturated fatty
acid, n-3 PUFA ) i 41161 85 1 JJ L 8% 3-8 (phosphati-
dylinositol 3 kinase, PI3K)I& 1211 i F CMLZH f A7 7%
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FHETE . (H /2 BMAE T SRR AR PR i) ix
SefEH, BR BT AR IR N T BMARIARARIEF , B
H LR I I R (saturated fatty acid, SFA)FIE A A
A& i 2 (monounsaturated fatty acid, MUFA), i i #
TEPI3KIR A2 (A3 CMLAH L 4 32 4 T2

BEAh, AR R 5P T 8 R A0 o0 A 1)
/NFETE (30~200 nm), Ff H 2 4 DA A2 240 A [a) 3 T
FEEN TR . FEAN AR AMNBAR RS ST R B A K
DU A A {4 () A s, T 0L 400 e ik b
WA Y I LS, 2 ORIE B L AR A
AP, KUMARZECIRIIE 58 & I, FHAMLAT A
(1 i A b B LR BMATE P9 B B S T 40, 25 Ff
R IX 41 A o S RF IE 3 I Th A% K R X (CXCLI 2,
KITL. IL-7. IGFI)HISZ i 15 (3£ B (OCN,
CollAl. IGFI)FRIE, FH38 NS H AMLA K
(DKKI. IL-6. CCL-3)f1£ik. 5 AMLIE AN
RCRARL, A AMLATAE [ AR AT 1697 433
I 5 40 i 10 1E 5 KU i 41 2 (long-term
hematopoietic stem cells, LT-HSCs)FJ Lb45], 4513 1E
WG M. R, 12550 R B, AMLAH /e #E
FE I M AT EE I X = i S T T AN A 41
MARAY, SECT IR IE LD Aemks, FIER (2T A
o o 17 R e

2 ARIEBAMBBMART L4 S Kk

REX
21 AML

AML R I it Il 5 45 1) 6 5 )5 46 40 0 oo %
MEOBMESE G . Im KRBT TS R L, AMLAIR & i
BMA (53] & 218 %8 X 35K BMA) & & 8UEE A1)
A SRR B BB L, IR IF AR B AML
T K o 0 B s 1) B3 ), T2 i AMILF4
Jo 55 fi FE HSCs F1#H 41 ffl (hematopoietic progenitor
cells, HPCs)3a S8R T BMARZE S FrE Bl
A, AMLAH A 2 204 BMA AR /2, F 2%
90 R ARET

AT TR I, BMARIEZRS K/ H I K Jg
MG HAAEERR: FEAMLEE &8, /g
4B AR/ N T42.6 umIBMA) L i T 1E % A, H
RGNS 1B N Jo 3 2 5, 3F BIs IR 7t &
I, I 7 2 0 A0 ) R R A A SR A R
HERAMLE 2 W 5 2 X F A, TR R4

A7 NIRRT o 3K 2 PR DA ol e 40 R T8 % PR L 1 BA
155 5 oy 4 L A /NGO, A5 /0N PR S 7 4 A v ) A
WEPENS . H AT AT SRR, /N TR D7 40 B AMLE
TS AFEA R FE B
2.2 ALL

ALLZ —Ffkg J5 - 9k B2 40 i (1) B 22 5T & 41 i
() 7E 1 i N S 8 A 0 M R M . FEBMA
BT AT LA 31 A A0k E R 40 i, BMART BLEOR A
ALLYH % 5240 T7 AR 3, 2 0 A 2R 25 M) DNR
FEAERN G PENS . HoH T T B S 2 M B AR Y,
ALLEEAE LR 7 i J5 480 R I AN W 38 () 18 4
HREL, B OE T E0E M D) RE 2 4, A B-ALLAH
JH 7 5 1) 20 L IR 55 4 - i 2% I 41 (bone marrow
stromal cell, BMSC), & 3G F| 1 B & 4 A7 1 & 565l
R, Ak, BT 44 ALL R LI BE R A
BEATIRASTHE M, RIS LA Rl b 8 i 107 4 e
E A% 20 B AR BB 40 55 ke 7 A L 2, AEL H T
ANTE HEBMARRA 1 ek 2D 52 77 5 BMA S & 1) ik 2> B
BMA P it J5i BA S L R B AIG AT R0
2.3 CML

B F0 R IAECMLE 2 b, i 7 40 i i 0 A
CMLE SR N, T EBw E N S 5 b, 3 T
SEARIA TR ORI N, RN, /ECMLAEE & E&w W
ZLH, 2 1095 40 i S BMARE it i 68 58 4 5 o, X
TR ST DLORSP FL 4 32 M S Al i 73 R 4R 3, JF
75 FAECML & EHBMSCH H WK RAE SRR 5278
BMAE F L5 5 A] BE 2 5 I e PR 3
24 CLL

PP bk EL 40 B 1 IL975 (chronic lymphocytic leu-
kemia, CLL) PA G 2 DhREAN 2 ) v 73 ALtk L 400 0 e
PENE G Dy ERFAE, T2 IR Y A ML Ak L2 i £
R 2, I AR BRAERE 4 R R s & . £
— 41 694 K %2257 ) Binet A CLLE A+, i
R K55 A0 A sk B2 4 M - HR Rl S b, BT 5
— 2 604 CLLIEE AT IEAY , W R I RIE T A B,
AT FRIB AR AR R K, 1 51 ¥ R 1A AdipoR 1
FlAdipoR2, HEA —& M BFH WA RN, BTN
A, SR ER [ BMA ] B8 BCA AR IR T CLLINAT
R,

3 EZBMARBRIATREIGTT 77 5%
F A6 T U VT 1 B e B R R
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FR B 1 s 40 i b, 1R/ pEad A8 & E I 52 4
FIBMSCHIA B RIATT (MY . MAT 5 88 s
BRI 338 8, WA R IR T R, AR R
HA W00 A s i 7 ¥ 5
3.1 PPARYEFNFIERNLTEESMATE L

PPARYTEMSCsHI AN i BABMA H 5 R 15, #2718
PPARY# Z FI(GW1929) 1] LAAE N — FhHE AR () T B
&9, AR 5B ) B A /b e 1) 36 ifi 4 A B A =
FIBMSCHMHE 1) NG 17 4 f PR 5528, U5 PPARYRE LA
" R P 5 A4 11 7 SR 1) AMIL AT 1 1 3 BT,
T 3k % FL X BMA AR B ) F i 4 FHE2 . LA I
IR YT 7 R T AR50 A M 4n B sl 2 T, (H
S A 2 0 B 2k i T BB 1R 7 2K, R FH PPARY I
BNFNGW1929) 1] ] LR FBMA, K7 AMLAH i %
B B A E IS R E L, O R AL F A0 i e it
A FIFREERS 3 b S 4 Py R MR I VR 97 7 2
KA BT80S e A ST I 0 A, AT V820 i
M7= SR K
3.2 PEERREFAERER S INGIFIBKE R R

T8 R N 2549 ) A AR A N R iR S A R R
7 (patient-derived xenograft, PDX), & ILZ& R ] 5
AR AT Re S 5 T 7 I 255 72 30, R B R
Ak (fatty acid oxidation, FAO)i 71 ] DA FHAS £k 4L
R HEAT FAO, $ L AEA DIRE, A BT 5o IR IR b
AMLZH XS B B O FF (cytosine arabinoside, AraC)ff]
M 25t . 76 &% BMAREREMIAEH , AraCFIFAO
POHIFIIE A A7 AT LAY PR BMA X AMLAN i (fE 3
X} AraC Ak 24T 24 (1) AMLAH ) AR5 V5 T, i 2= 3k
7T B(avocatin B)YE N —Fh# 2L 1) FAO /N7 il
A, H5 AraCIBCE N AE AR R AMLIGEST H EA
AL
3.3 #0[EFABP4-DNMTI1If

FABP43# it 204 DN A 54k 117 51 2 A~ K00
RE AR, 4k1H 2 512 280 A e e, R Ut
FABP4-DNMT 134 [ 2 7 4[] /2 5 B DN AAIC H 2
A AT AT SR o481 M 2 W) ik FEPE FABPA4TI
71 BMS309403 1] LA DNMT1 %, FRK A
DNA 354k 51 3 s 28 M0 158 % T ER 1Y p15INK4B,
1 I7) FABPA42 Y67 1 ML J93 R £ 1 A S8 AL Je i 1Y)
MAEFEYT A, BAESL A, ANRIRE, REE
BB B AR AL, Ui B BMS309403 (1) @I E AR
/N ABAE B T I PR AT I 75 12— 25 B A BMS309403

1) FH 24 5751 5 RN 25 24 s ) 1)
3.4 $B[EIL-6/STAT3/OXPHOSH
ABMSCs 7 WAIL-6 /¢ BTG 26 R /R STAT3, i
it E i AMLAH A I OXPHOS K, {123 AML I iR
2y A R, [, IL-6/STAT3/OXPHOSH 7] fE &
P2 AML A 25050 A0 25 7 25 () AU M AR T 9 0 IR
REELERTT bR H AT, BCA N e PR (o
VG 22 B0 BH BT IL -6 55 /)N 73 7 1 1) (41 C 188-9) 2
[ISTAT36 Y7 [ IML955 A HH G I PR 36 T &2, 1H
285 M 1 ML I 24, A2 75 e 38 0 B0 [ BMSCs 2 2K v
KA LW TIRIE -

4 ZHEFMRE

5 b, MATHE 9 8 A s BRI B A N 0 W D g
(IR L% Y, RE I I 70 s 22 R I s X1 1 ok U 4 i
EIMIhRE. EPIRILFES, BMAL LY 4 i A5 42
EUIAZ AR o U e S84 i ORI 42 99 &[] (1
THRER 2R, TRV ARRIGTT F ML B AE AT 70 A,
A BEIR YT R ML T R T BR T B
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